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THE PRESIDENT’S COLUMN 


Medical Economics 
By JOSEPH BANK, M.D., PHOENIX 


The growing interest of the medical pro- 
fession in medical economics is well recog- 
nized. The term “medical economics” should 
not be limited to 
the economic prob- 
lems of the individ- 
ual physician, im- 
portant as the sub- 
ject may be. Chang- 
ing conditions im- 
pose an increasing 
awareness of the 
complexities of 
medical practice. 
The time-honored 
physician-patient re- 
lationship, as it con- 
cerns individuals, 
must now be ex- 
tended to physician-patient group relation- 
ships. 


Dr. Bank 


It cannot be denied that individual needs 
have their place. But attention must be 
directed to economic considerations other 
than office management, bill collection, or 
wise investments. Concern for the economic 
problem of. the group is equally important 
and essential for the protection of individual 
welfare. 


Growing Tendency 


Individual patients will continue to deal 
with their doctors. There is also a growing 
tendency of people to present their health 
problems to the medical profession as groups. 
Thus management and unions both vie in 
providing maximum medical service at 
minimal expense, either as fringe benefits 
or full-fledged insurance schemes. What 
course is there but to meet such group de- 
mands with some degree of collective group 
action? Doing this entails an amount of 
economic know-how and astuteness equal to 
that of union leaders, company executives, 


or guild representatives. Patient group ac- 
tion must be met by physician group action 
in order to render group service. 


Prepaid medical care is growing in public 
favor as part of the present day buying phi- 
losophy. It is no longer financial heresy to 
buy a tour of South America with seventy- 
two dollars down, or pay for television with 
next year’s income. Prepaid plans neces- 
sitate bargaining with groups whether they 
be unions, industrial firms, Government 
agencies, or insurance bodies. Such negotia- 
tions can be transacted most advantageously 
by County or regional medical organizations. 
Indeed, there exists no national framework 
of experience by which local groups may be 
guided with the exception of the limited and 
specialized field of the Blue Shield. 


Socialized Medicine 


Socialized medicine is.by no means dead. 
But its resuscitation can be combatted by 
legislative, pressure, lobbying and other po- 
litical techniques. Not so with union or in- 
dustry purveyors of medical care. And even 
less so with the honest broker like Perma- 
nente that infiltrates with lofty motives and 
appears to give the most for the least. All 
these “newer advances” make a tool of the 
doctor, who is no longer “Captain of his 
soul’. Group protection alone can save the 
obliteration of the doctor as an individualist. 
We must beware that the physician as an 
individual is not swallowed up in the course 
of mass production. 


County societies will therefore have to 
create means for the acquisition of economic 
know-how and effective bargaining skill by 
its members. Existing physician training 
programs can readily be adopted for that 
purpose. Adequately trained physicians with 
technical lay assistance thus will be able to 
act for their societies. Such preparedness 
will pay off. 
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Chemotherapy of Leukemia and Related Disorders 


By JACK A. BERNARD, M.D., EL PAso 


The family physician may be faced with 
the problem of the treatment of leukemia or 
lymphoma. Usually such cases are abruptly 
referred to the X-ray therapist or to a med- 
ical center for treatment, but there may be 
instances when the patient is unable to travel 
for such therapy, either because of the sever- 
ity of his illness, or perhaps because of the 
expense involved. 


With the available chemotherapeutic 
agents, the patient may be given entirely 
adequate treatment in his own local environ- 
ment. The advantages of this—convenience, 
comfort to the patient, decreased expense— 
are obvious. 


Therefore, the family physician must be 
prepared to accept the responsibility and 
treatment of these patients and he must 
have available the knowledge of the drugs 
for such disorders and particularly, their 
specific indications and their toxicity. 


Hodgkin’s Disease 


Nitrogen Mustard — Mechlorethamine 
HCL (Merck) is particularly valuable in 
those cases of Hodgkin’s in which the disease 
is wide-spread and in those cases where a 
quick response is desired. It may be more 
effective than X-ray therapy for relief of 
pain, relief of fever and itching. It is also 
useful in those cases which no longer respond 
to radiation therapy and may be used in 
conjunction with radiation therapy. 


Nitrogen mustard is generally available 
and its administration is simple. The pa- 
tient is sedated before administration with 
one of the barbiturates (a Nembutal sup- 
pository works very well) and Dramamine 
or Thorazine by mouth or parenterally. The 
nitrogen mustard is dissolved in distilled 
water and is administered into the rubber 
tubing of a running clysis. In some instances 
it is tolerated quite well, perhaps with only 
slight nausea. The usual recommended dose 
is 0.8 to 0.4 mg. per kilo for adults and 0.1 
mg. per kilo in small children, repeated on 
three or four successive days. Prompt im- 
provement, particularly in generalized Hodg- 
kin’s, is the rule. The course of therapy may 
be repeated as early as six weeks, if severe 
leukopenia does not develop. 


Triethylene Melamine is also useful in 
Hodgkin’s disease. It has the advantage that 


it can be given orally, but it is of slower ac- 


tion than nitrogen mustard. The oral dose 
is from 0.05 to 0.4 mg. per kilo, that is about 
2.5 or 5 mg. every day or every other day 
for four to six doses, with a maintenance 
dose of about 2.5 mg. every seven days. It 
should be given on an empty stomach and 
with 2 gms. of sodium bicarbonate, for more 
consistent absorption. A careful check on the 
blood picture, especially the platelets, is es- 
sential, particularly in maintenance therapy. 


Chronic Lymphocytic Leukemia and 
Chronic Myelocytic Leukemia 


Triethylene Melamine may be given in 
either disease but acts better on the lympha- 
tic form. It may be used as maintenance 
therapy as above. Great caution must be 
exercised in its use in these diseases because 
of the unusual severity of bone marrow de- 
pression that may occur, as fatal bone mar- 
row depressions are reported. 


Chronic Myelocytic Leukemia 


Urethane has been used and the dosage 
is 1 to 4 gms. daily by mouth, but its results 
are not very striking and not very dramatic. 
The drug is marketed by Eli Lilly as Enseals 
of 5 grains or it may be dissolved in syrup 
of orange and simple syrup to make it more 
palatable. The drug is not very palatable 
and its usefulness has been limited by its 
high incidence of gastro-intestinal reactions. 
Rectal suppositories are effective and have 
been recommended. 

Myleran (marketed by Burroughs Well- 
come & Co. as 2 mg. tablets) has been re- 
ported to be effective in this disease, and 
also in repeated courses and in some patients 
who were refractory to X-ray. Recom- 
mended dose is 2 to 8 mg. daily, usually 4 to 
6 mg., and the patient should be observed for 
the usual toxic reactions of bone marrow 
depression. 

Colcemide (Demecolcine — Ciba) has been 
found to be effective in chronic myeloid 
leukemia. Its action is cytostatic. Daily dos- 
age has been around 5 mg. Granulocytopenia, 
neutropenia may develop but have almost 
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invariably been preceded by gingivitis and 
stomatitis. It is well tolerated and relatively 
safe, and has been used parenterally and 
orally. 


Acute Leukemia 


Leukemic cells need folic acid and a 
substance called the citrovorum factor in ex- 
cess of the requirements of normal cells. 
The antifolic compounds are believed to en- 
ter the cellular enzyme system, ordinarilly 
occupied by the citrovorum factor. Aminop- 
terin and A-Methopterin are the most widely 
used folic acid antagonists. In children the 
dosage of Aminopterin is 0.5 mg. orally or 
intramuscularly daily, until remissions or 
toxicity develops. In adults the dose may be 
somewhat higher: 1.0 to 1.5 mg. daily. 
A-Methopterin (to be marketed under the 
name Methotrexate—Lederle) is administer- 
ed in doses 2.5 mg. daily. When toxicity oc- 
curs—leukopenia, anemia, thrombocytopenia 
and ulcerations of gastro-intestinal tract— 
treatment may be discontinued and the citro- 
vorum factor, as Leucovorin (Lederle), 1 or 
2 cc. (3 mg. to 6 mg.), may be administered 
intramuscularly as an antidote. 


The disadvantage of the folic acid antag- 
onist is that the action is delayed. Therefore 
ACTH and Cortisone may be used in the 
more acutely ill patient, because the improve- 
ment occurs more promptly. Particularly in 
acute lymphoblastic leukemia the hormonal 
therapy is said to be of quite consistant bene- 
ficial results. Simultaneous use of the anti- 
folic acid compounds and steroid compounds 
seems to offer no more that the use of either 
drug alone. 


Good clinical and hematological remissions 
have been reported with 6-Mercaptopurine 
(Purinethol, 50 mg. tablets—Burroughs Well- 
come & Co.) in about 30% of the cases of 
acute leukemia and in the same number of 
patients who have become resistant to the 
antifolic acid agents or to Cortisone. Others 
have not reported as favorable results but 
the drug deserves a trial in myelocytic leu- 
kemia and in acute leukemias in children 
where other measures have failed. The re- 
commended dose is 2.5 mg. per kg. per day, 
about 50 mg. for the average 5 year old 
child and 100 — 200 mg. for the average 
adult. Careful follow-up is essential because 
of the depressant effect on the bone marrow. 


In summary, the family physician is urged 
to assume his role in the care of patients 
with leukemia and related disorders. Radia- 
tion therapy is still just as valuable but may 
not be possible in some instances and may 
not be as easily accessible or financially av- 
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ailable. Many chemotherapeutic agents are 
available with which satisfactory remissions 
and palliation may be obtained and it is felt 
that these often can be carried out by the 
family physician. Careful study and follow- 
up are urged because the drugs are toxic and 
potent. None will cure the disease, but con- 
siderable palliation is available. It is recom- 
mended that one should treat the patient as 
a whole: his symptoms, not his blood picture. 
Caution is urged also to not overtreat such 
patients, which is often the tendency in such 
disorders. 


ECLAMPSIA 
Toxemia Of Pregnancy 


Queries And Minor Notes: 
J. A.M. A. 149:620, 1952 


A physician asked : “What is the therapeutic 
rationale for using intravenously adminis- 
tered magnesium sulfate in patients with 
toxemia of pregnancy?” The answer was in 
part. ‘Magnesium sulfate is used in treat- 
ment of pre-eclampsia and eclampsia because 
of its sedative and vasodilating effects .. . 
Haury has shown that intravenous injection 
of magnesium sulfate produces marked vaso- 
dilation in the splanchnic organs and the 
kidneys. . . It is safe to administer as much 
as 10 Gm. as an initial dose deep into the 
muscles and 5 Gm. every 6 hours for two 
or three days.” 


Clinical Clippings, September, 1952. 


ECLAMPSIA 


The Effect On Renal Output Of Drugs Used 
In Pregnancy Toxemias 


deAlvarez, R. R. & Richards, D. F., 
Am. J. Obst. & Gynec. 63 :1263, 1952 


Various drugs were tested for diuretic ac- 
tion in patients with toxemias of pregnancy. 
Morphine, aminophylline and Mercuhydrin 
exerted diuretic action. Meperidine and 
magnesium sulfate were decidedly anti- 
diuretic. In view of the relatively small 
doses of magnesium sulfate employed*, the 
authors wonder “what must happen when 
large doses are used over repeated intervals 
as employed in many obstetrical services for 
the preconvulsive and convulsive types of 
toxemias of pregnancy.” 


*2 cc. of a 50 per cent solution. 


U. Washington School Med. 


Clinical Clippings, September, 1952. 
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APHORISMS and MEMORABILIA 


Truths and Concepts Concerning Gastro-Enterology 
By ANDREW M. BaBEy, M.D., LAS CRUCES, N. M. 


1. “A very firm liver is usually indicative 
of cirrhosis or tumor. While the liver surface 
is usually nodular in the presence of neo- 
plasm, it may be smooth when the tumor 
nodules do not encroach upon the capsule. 
When the tumor breaks through the capsule, 
a friction rub may be heard or felt over the 
liver surface and tenderness may be pro- 
minent.” Leon Schiff, “Gastro-Enterology,” 
March, 1954, p. 506. 


2. “In 25 years at the Mayo Clinic the 
writer never saw any attention paid to a 
prolapsed gastric mucosa.” Walter Alvarez, 
“Gastro-Enterology,’ March, 1954, p. 507. 


3. “In nine cases out of ten a gastroenter- 
ologist cannot find any organic cause for a 
diarrhea, and then he must be careful not 
to be led astray by a report that amebas 
were found. Laboratory girls are commonly 
mistaken on this point; they think a fat 
droplet is a cyst. But even when their report 
is correct, in most cases the few amebas 
present are not causing the diarrhea.” Wal- 
ter Alvarez, “Gastro-Enterology,” Jan. 1954, 
p. 115. 


4. “When diarrhea is present every day, 
the patient should rule out allergens as a 
cause, by living for two days on nothing but 
oatmeal, lamb, rice, butter, sugar and can- 
ned pears. If this does not help, the trouble 
is not likely to be due to food sensitiveness. 
If the diarrhea comes in attacks days or 
weeks apart, the patient should keep a record 
of the unusual foods eaten just before each 
spell. Such a record may quickly reveal an 
offender.” Walter Alvarez, loc. cit., p. 116 


5. “There is a type of diarrhea which 
wakes the patient about 5 or 6 A. M. and 
gets him out of his bed. This was once 
thought to be due to achlorhydria, but the 
giving of hydrochloric acid rarely does any 
good. The cause of this syndrome is un- 
known.” Walter Alvarez, loc. cit., p. 116. 


6. “One of the interesting vagaries of 
medicine is that there are so many wrong 
ideas which, when once implanted in our 
minds, so intrigue us that we are almost 
unable to let them go. One of these ideas 
is that persons with achlorhydria have a 
stomach that empties more rapidly than 
normal and hence subjects the owner to a 


morning diarrhea which can be cured by 
giving hydrochloric acid.” Walter Alvarez, 
loc. cit., p. 120. 


7. “So far as the diarrhea is concerned, 
in 40 years the writer has seen only a half 
dozen cases in which diarrhea appeared to 
be due to achlorhydria, or was helped by the 
giving of hydrochloric acid. Also the obser- 
vation was made that if the hydrochloric 
acid was ever going to do any good, it did 
it pred first day.” Walter Alvarez, loc cit., 
p. 


8. “The fact that the surgeon is able to 
pass a probe or small sound through the 
papilla of Vater without meeting obstruction 
does not exclude the possibility of an over- 
looked calculus. We have repeatedly dis- 
closed calculi situated to one side of the main 
channel of the common duct in little lateral 
diverticular projections of the duct. It is 
not at all uncommon to find small calculi 
embedded in a lateral projection of the papil- 
la of Vater without obstruction to the free 
passage of a probing instrument.” John H. 
Garlock: A. M. A. Archives of Surgery. May, 
1954, p. 621. 


9. “It is generally believed that if a pa- 
tient has an uneventful convalescence no 
complications, such as residual intraductal 
stones, could possibly exist.” N. Frederick 
Hicken, A. M. A. Archives of Surgery, May 
1954, p. 644. 


10. “Indigestion, pain, jaundice, and per- 
sistent fistulas may all be absent and yet 
the large bile duct still harbors residual 
stones. This has been demonstrated by find- 
ings at routine necropsies, in which chole- 
docholithiasis has been present without pro- 
voking signs or symptoms suggesting biliary 
disease. It must be remembered that many 
patients carry intraductal stones for many 
months or years before they produce suf- 
ficient symptoms to warrant surgical ther- 
apy. It is evident, then, that the accuracy 
of biliary explorations cannot be assessed by 
the manifestation of postoperative symp- 
toms.” N. Frederick Hicken, loc. cit., p. 644. 


1l. “Size affords a poor index as to the 
need for ductal exploration. Experience 
teaches that many of the dilated bile ducts 
do not contain stones, while many of the 
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smaller ones are filled with gravel or biliary 
sand. If the size of the common bile duct is 
used as the only criterion for exploration, 
many intraductal stones will be overlooked.” 
N. Frederick Hicken, loc. cit., p. 648. 


12. “It is important to remember that in- 
traductal calculi are often multiple and vary 
greatly in size. Palpation usually detects the 
larger stones but fails to discover the smaller 
ones which may be floating around in the 
ductal channels. It is obvious, therefore, that 
palpation cannot be used as the sole guide in 
determining when all intraductal calculi have 
been removed.” N. Frederick Hicken, loc. 
cit. p. 648. . 


13. “Lahey pointed out that only 18 to 
20 percent of intraductal stones are able to 
obstruct the flow of bile so as to produce a 
jaundiced state. It follows that if ductal 
explorations are reserved for those patients 
who have had a recognizable cholemia, more 
than three-fourths of intraductal stones will 
be missed at the primary operation.” 
N. Frederick Hicken, loc. cit., p. 650. 


14. “Intrahepatic Calculi—These have 
been found in approximately 7 percent of 
all cases of cholelithiasis. As a rule, they 
escape detection at the primary operation 
because they are so deeply embedded in the 
liver substance that palpatory recognition 
is impossible. Fortunately, operative cholan- 
giography affords an excellent method of 
visualizing these hidden calculi while the 
patient is still on the operating table.’’ 
N. Frederick Hicken, loc. cit., p. 651. 


15. “The group of cases in which biliary 
sand, gravel, or very small stones were float- 
ing within the ductal system presented a 
formidable problem. The stones are too 
small and too numerous to be removed by 
grasping forceps or to be extracted with a 
scoop. They float around in the bile, and 
even profuse irrigations of the duct often 
fail to remove them completely. Rough in- 
strumentation may embed them in the walls 
of the ducts so that they cannot be dislodged. 
When the process of ulceration finally liber- 
ates the incarcerated stone, it can again 
migrate up and down the duct and produce 
pain. Patience, gentleness, and thoroughness 
exercised during the operation improve 
the results but do not guarantee that all of 
these small irritating stones will be re- 
a oa N. Frederick Hicken, loc. cit., 
p. 651. 


16. “In some cases a stone becomes in- 
carcerated in a diverticular pocket of the 
common duct. Such calculi do not obstruct 
the ductal channel, and hence both bile and 
the exploring probes may pass down the duct 
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without indicating the presence of the cal- 
culus. If the stones are too small to be 
palpated, they will be overlooked entirely. 
Operative cholangiograms have been very 
useful in localizing these abnormally sit- 
— calculi.” N. Frederick Hicken, loc cit., 
p. 


17. “Normal human gamma globulin ad- 
ministered intramuscularly prevents infec- 
tious hepatitis and apparently does not pro- 
tect against serum hepatitis.’’ W. Paul 
Havens, Jr.: American Journal of Medicine, 
June 1954, p. 903. 


18. “Virus B (Homologous Serum Jaun- 
dice) may be transmitted transplacentally 
from mother to child.” W. Paul Havens, Jr., 
loc. cit., p. 904. 


19. “Portal hypertension produces a hy- 
pertension in the azygos and hemiazygos 
veins, because part of the collateral circula- 
tion of the cirrhotic liver empties in the 
lumbar veins. The overfilled lumbar veins 
connect through the diaphragm with the 
azygos and the hemiazygos. This is consi- 
dered to offer a convenient explanation of 
the occurrence in cirrhosis of right sided 
pleural effusions. If fluid is found in the 
left pleural cavity, then the effusion must 
be caused by another disease and not by 
cirrhosis.” I. Snapper: International Record 
of Medicine and General Practice Clinics, 
April, 1954, p. 210. 


20. “Often a patient with liver cirrhosis 
enters the hospital with an acute abdomen. 
This is nearly always due.to subserous in- 
testinal abscesses. Due to the increased 
venous pressure in the intestinal wall, the 
intestine’s defenses against bacteria in its 
lumen are broken-down and bacterial trans- 
migration from the lumen to the subserosa 
takes place.” I. Snapper, loc. cit., p. 210. 


21. “In hemosiderosis, caused by numer- 
ous blood transfusions, iron has been de- 
posited in all organs. This hemosiderosis can 
be easily distinguished from hemochroma- 
tosis by bone marrow studies: there is no 
free iron in the bone marrow in hemochro- 
matosis, while in hemosiderosis the marrow 
is full of iron.” I. Snapper, loc. cit., p. 211. 


22. “The level of the alkaline phosphatase 
in the blood is determined by the condition 
of the bones (since the osteoblasts produce 
alkaline phosphatase) and the condition of 
the bile flow. Even when the skeleton is 
normal, regurgitation of the alkaline phos- 
phatase from the bile into the blood stream, 
caused by obstruction, is not the only reason 
why a high level of alkaline phosphatase is 
found. Liver disease without clearcut ob- 


1G. 
(os 
id 
2. 
ty 
re) 
ba 
et 
al 
d- 
e- 
> 
1y 
vy 
r- 
cy 
by 
L4. 
he 
ice 
ots 
he 


Page 16 


struction of the bile flow may also cause an 
increase in the alkaline phosphatase. Al- 
kaline phosphatase is made in the walls of 
the small bile ducts. When these small 
cholangioles increase in number as happens 
during regeneration of liver tissue, the blood 
alkaline phosphatase goes up too. Thus in 
obstructive jaundice the high alkaline phos- 
phatase is partly due to backflow of the bile, 
partly to proliferation of bile ducts.’’ 
I. Snapper, loc. cit., p. 211. 


23. “The gamma globulin is produced by 
the Kupffer cells. Since the latter proliferate 
in liver cirrhosis, the gamma globulin con- 
tent of the serum increases concomitantly.” 
I. Snapper, loc. cit., p. 211. 


24. “The Eck fistula dog can live only on 
a low protein diet. Meat in the diet kills 
him! That is because in the intestine am- 
monia is formed by putrefaction of meat. 
In the Eck fistula dogs the ammonia reaches 
the peripherial blood because it is shunted 
around the liver and the dogs develop am- 
monia poisoning.” I. Snapper, loc. cit., p. 212. 


25. “Also in patients with a portocaval 
shunt, a high protein diet may be deleteri- 
ous. Since in cirrhosis numerous microscopic 
portocaval shunts exist, high protein diets 
in liver cirrhosis may occasionally have an 
adverse effect by increasing the ammonie- 
mia.” I. Snapper, loc. cit., p. 212. 


26. “All this must be emphasized because 
the old thesis that ammonia plays a role in 
the causation of hepatic coma has been re- 
vived. If ammonia is given to a patient with 
severe cirrhosis, he may develop the flapping 
tremor which is characteristic for hepatic 
coma. Sometimes actual coma may set in. 
It is unwise, therefore, to use in cirrhosis 
ammonia containng diuretics such as NH4 
Cl, or cation-exchange resins which contain 
ammonia. A drug which could bind am- 
monia might have a favorable influence upon 
hepatic coma. One way that this can be 
done is by administering glutamic acid in- 
travenously in large amounts of 10 grams. 
Glutamic acid can bind ammonia to form 
glutamine, and this may or may not be the 
reason why this amino acid can improve 
hepatic coma. In addition glutamic acid is 
the only amino acid which is metabolized in 
the brain.” I. Snapper, loc. cit., p. 213. 


27. “The data presented in this study sup- 
port previous observations in Germany that 
activity in excess of that usually prescribed 
in the treatment of patients with viral hep- 
atitis apparently need not prolong the 
course of disease or inhibit sustained reco- 
very. In addition, there was nothing to sug- 
gest that excessive indulgence in alcohol, 
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intercurrent infections or recurrence of 
jaundice during the period of approximately 
two to three years after recovery had any 
untoward effect.” Robt. S. Nelson, Helmuth 
Sprinz, James W. Colbert, Jr., Frank P. Cant- 
rell, W. Paul Havens, Jr. and Marjorie 
Knowlton, The American Journal of Med- 
icine, June, 1954, p. 788. 


28. “These findings are further supported 
by the results of recent carefully controlled 
studies from the Hepatitis Center of the U. 
S. Armed Forces in Japan where it was 
shown that allowing men out of bed for most 
of the time from the first day of hospitaliza- 
tion for hepatitis did not prolong the course 
of disease. That a less conservative regimen 
of therapy for young adults with viral hep- 
atitis is not associated with any apparent 
ill effects is in accord with the experience in 
treatment of the disease in children to whom 
less stringent rules of therapy have usually 
been applied.” Nelson et al, loc cit., p. 788. 


29. “Operative cholangiography has added 
much to knowledge regarding the anatomy 
of the intrahepatic ducts, as well as regard- 
ing the functional and pathologic abnor- 
malities of the biliary tree. In our opinion, 
however, the method must become more ac- 
curate before it can replace surgical explora- 
tion of the ducts by experienced surgeons, 
or become a routine part of choledocholitho- 
tomy.” Johnston, Waugh and Good, (Mayo 
Clinic,) Annals of Surgery, March, 1954, 
p. 300. 


30. “The blood is cleared of bilirubin, both 
direct and indirect-reacting fractions, so long 
as sufficient normal functioning hepatic tis- 
sue remains. The same is true for alkaline 
phosphatase but from a mechanistic stand- 
point more hepatic units seem to be required 
to maintain normal alkaline phosphatase 
clearance than bilirubin clearance. Hence, as 
an obstructive process develops a rise of 
serum alkaline phosphatase usually appears 
before hyperbilirubinemia. This discrepancy 
is of clinical usefulness, and the finding of 
hyperphosphatasemia in a non-jaundiced pa- 
tient is often the first indication of intra- 
hepatic tumor, abscess or extrahepatic le- 
sions causing sustained partial occlusion of 
the common duct.” Franklin M. Hanger; The 
— Journal of Medicine; April, 1954, 
p. 568. 


31. “The synthesis of serum albumin, 
prothrombin and fibrinogen has been shown 
to take place exclusively in the hepatic paren- 
chyma.” Hanger; loc. cit., p. 568. 


32. “The site of origin of the serum glob- 
ulins, especially those in the gamma frac- 
tion, is more obscure but is probably in the 


( 
( 
( 
] 


| d 
2 
I 
d 
re 
ty 
th 
| or 
a 
H 
of 
ch 
of 
| ha 
ati 
me 


JANUARY, 1955 


reticulo-endothelial system as a whole, of 
which in man, next to the bone marrow the 
liver is the largest member.” Hanger, loc. 
cit., p. 568. 


33. “The zinc sulfate test is perhaps the 
most accurate in determining total serum 
gamma globulin irrespective of special pro- 
perties or of its source in the body.” Hanger, 
loc. cit., p. 569. 


34. “Elevated zinc turbidity, when pre- 
sent, is indication of hepatocellular jaundice 
and warrants months of watchful medical 
management rather than surgical explora- 
tion, which is always a hazardous procedure 
in the jaundiced infant.” Hanger, loc. cit., 
p. 569. 


35. “The cephalin flocculation reaction is 
not a true liver function test. Correlations 
with the histologic changes in hepatitis and 
cirrhosis indicate that, in most instances, it 
reflects acute necrotizing lesions of hepatic 
parenchyma, especially those that incite 
mesenchymal irritation; but not necessarily, 
for a similar derangement is found in acute 
malaria, when the parenchymal cells and the 
connective tissues appear essentially nor- 
mal.” Hanger, loc. cit., p. 569. 


36. “The test (C. F.) may be negative, 
and thereby misleading as to the extent of 
hepatic damage, in cases of fatty liver un- 
dergoing degenerative or even cirrhotic 
changes. To elicit a positive test hepatic 
cells usually must be undergoing autolysis. 
When destruction is complete, as in the 
centers of the lobules in chronic passive 
congestion, the reaction becomes negative.” 
Hanger, loc. cit., p. 569. 


37. “Not all diseases of the reticulo-en- 
dothelial system give rise to this type of 
globulin change, since multiple myeloma, 
Hodgkin’s disease and chronic leukemia sel- 
dom give a positive cephalin flocculation re- 
action.” Hanger, loc. cit., p. 570. 


38. “The cephalin flocculation test is not 
specific for any clinical condition. A positive 
reaction indicates the possibility of at least 
two types of abnormalty in the serum protein 
complex, and liver disease or reticulo-endo- 
thelial disturbances can be distinguished 
only by correlation with other tests and by 
a survey of the overall clinical picture.” 
Hanger, loc. cit., p. 570. 


39. “The cephalin flocculation reaction is 
of especial value in recognizing acute paren- 
chymal derangements of hepatitis or cases 
of acute poisoning before globulin changes 
have developed. On the other hand, late hep- 
atitis and other chronic irritative lesions 
may be associated with positive thymol tur- 
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bidity or zine turbidity tests which indicate 
increases or alterations of the gamma glob- 
ulin fraction after the cephalin flocculation 
test has returned to normal.” Hanger, loc. 
cit., p. 570. 


40. “Less is known about the mechanisms 
underlying the regulation of the serum al- 
kaline phosphatase level in the blood than 
perhaps any other of the important liver 
function tests.” Hanger, loc. cit., p. 570. 


41. “Alkaline phosphatase is probably ex- 
creted by a different mechanism than bil- 
irubin for marked accumulation does not 
occur in the blood in acute yellow atrophy 
when the patient is deeply jaundiced and 
few viable parenchymal cells remain in the 
liver. On the other hand, obstruction of the 
biliary tree, with the exception of terminal 
bile capillaries, leads to a gradual retention 
of alkaline phosphatase in the blood.’’ 
Hanger, loc. cit., p. 570. 


42. “The combination of a negative ce- 
phalin flocculation test with rising serum 
alkaline phosphatase and deepening jaun- 
dice is the most accurate indication of ob- 
structive jaundice that has yet been de- 
vised.” Hanger, loc. cit., p. 570. 


43. “The serum alkaline phosphatase is 
also not infrequently elevated in the early 
stages of hepatitis when the liver is enlarged 
and tender and the increased internal pres- 
sure causes compression of the smaller bile 
ducts. In contrast to obstructive jaundice, 
however, it is characteristic for the serum 
alkaline phosphatase to decrease during the 
course of hepatitis, even as the serum bil- 
irubin levels continue to rise.” Hanger, loc. 
cit., p. 751. 


44, “All forms of cirrhosis may lead to 
constriction of the biliary radicals and there- 
by cause elevation of serum alkaline phos- 
phatase; Laennec’s cirrhosis rarely, coarse 
nodular cirrhosis not infrequently, and bili- 
ary cirrhosis practically always.” Hanger, 
loc. cit., p. 571. 


45. “In the presence of osseous lesions 
such as Paget’s disease and hyperparathy- 
roidism the serum alkaline phosphatase val- 
ues are useless in hepatic studies.” Hanger, 
loc. cit. p. 571. 


46. “Bromsulfalein excretion is perhaps 
the most reliable of tests to assess the total 
functioning hepatic mass in the non-jaun- 
diced subject. The test is not a specific 
measure of either metabolic or excretory 
activity of the liver, for loss of tissue and 
depression of parenchymal vigor, venous 
shunts that by-pass the liver and obstructive 
processes in the biliary tree may all lead to 
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abnormal retention of the dye.” Hanger. loc. 
cit., p. 571. 


47. “One should be very cautious about 
attributing second attacks of jaundice 
occurring after six to twelve asymptomatic 
months to an exacerbation of the original 
infection.” (hepatitis.) John R. Neefe, 
American Journal of Medicine, May, 1954, 
p. 716. 


48. “Its recognition is particularly im- 
portant since patients with viral hepatitis 
often tolerate surgery poorly, the risk as- 
sociated with surgery being considerably 
greater (although less today than in the 
past) than that associated with operations 
for jaundice of posthepatic obstructive 
origin.” Neefe, loc. cit., p. 720. 


49. “One or more of the flocculation tests 
may be negative throughout the course of 
hepatitis (20 per cent of cases).” Neefe, 
loc. cit. p. 720. 


50. “The proved sources of hepatitis vi- 
ruses are feces and blood.” Neefe, loc. cit., 
p. 721. 


51. “Adequate exposure to proper chemic- 
al disinfectants for a sufficient length of 
time undoubtedly is capable of desinfecting 
hepatitis virus. However, the information 
necessary to establish the minimal require- 
ments is not available. For this reason, 
adequate sterilization of such instruments 
requires, at the present time, thorough 
cleansing of all instruments to insure removal 
of all traces of foreign material such as blood 
clots, followed either by boiling, autoclaving 
or, when appropriate, flaming.” Neefe, loc. 
cit., p. 722. 


52. ““Virus SH” has not been infective 
when administered by the oral route and the 
stools from patients with “virus SH” infec- 
tions have not been shown to be infectious 
(most such studies have involved inoculation 
by the oral route and, as this virus appears 
to be infective only by the parenteral route, 
the absence of this virus in the stools has not 
yet been adequately proved.)” Neefe, loc. cit., 
p. 722. 

53. “Supplies permitting, prophylactic in- 
jections of gamma globulin would be desir- 
able in all patients receiving multiple blood 
transfusions.” Neefe, loc. cit., p. 723. 


54. “It is the author’s opinion, from his 
personal experience to date, that cortisone 
and ACTH are capable of favorably in- 
fluencing the course of complicated forms 
of viral hepatitis. However, only further 
study will delineate the exact type which will 
be benefited and clarify the dosage schedule 
required.” Neefe, loc. cit. p. 725. 
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College of Surgeons to 
Meet in Galveston 


An impressive list of speakers has been 
announced for the Sectional Meeting of the 
American College of Surgeons by Dr. Gerald 
H. Jordan of El] Paso, Governor of the Amer- 
ican College of Surgeons representing the 
State of Texas. The meeting is scheduled for 
Jan. 17-19 at the Hotel Buccaneer and Gal- 
vez Hotel at Galveston. 


Among the speakers are Dr. Kenneth W. 
Warren, Surgeon, Lahey Clinic, New En- 
gland Baptist and New England Deaconess 
Hospitals, Boston; Dr. Frederick A. Coller, 
Professor of Surgery and Chairman of the 
Department, University of Michigan Medical 
School; Dr. G. W. N. Eggers, Professor of 
Orthopedic Surgery at the University of 
Texas Medical Branch; Dr. Edgar J. Poth, 
Professor of Surgery at the University of 
Texas Medical Branch; Dr. Albert O. Single- 
ton, Jr., Associate Professor of Surgery at 
the University of Texas Medical Branch. 


Dr. Robert L. Sanders, Professor of Sur- 
gery (inactive) at the University of Ten- 
nessee College of Medicine and Senior Sur- 
geon, Baptist Memorial Hospital and Sanders 
Clinic, Memphis; Dr. Ian MacDonald, As- 
sociate Clinical Professor of Surgery at the 
University of Southern California School of 
Medicine; Dr. G. V. Brindley, Chief of Staff, 
Scott and White Clinic, Temple; Dr. H. 
Prather Saunders, Associate Director of the 
American College of Surgeons, and Dr. Con- 
rad G. Collins, Professor and Chairman of 
the Department of Obstetrics and Gynecolo- 
gy at Tulane University of Louisiana School 
of Medicine. 


Mexico. City Specialist Talks on 
Electrocardiology 


Dr. Demetrio Sodi-Pallares, Chief of the 
Department of Electrocardiology of the Na- 
tional Institute of Cardiology in Mexico City, 
was the guest lecturer at the Practical Elec- 
trocardiology Course Dec. 6-10 at the Texas 
Medical Center in Houston. 


Co-sponsors of the meeting were the Uni- 
versity of Texas Postgraduate School of 
Medicine and the Baylor University College 
of Medicine. Dr. Sodi-Pallares is a cele- 


brated electrocardiologist, having presented 
similar courses in recent years in Havana, 
Rio de Janeiro, Sao Paolo, Buenos Aires, 
—— Bogota, San Antonio and Galves- 
on. 
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November 16, 1954 


FREDERICK P. BORNSTEIN, M.D., EDITOR — CASE No. A-323 


PRESENTATION OF CASE BY J. EDWARD STERN, M.D. 
ATTENDING PHYSICIAN, DR. P. E. GEERS 


Chief Complaint: 
Fever, chills and confusion. 


Clinical History: 

This 58 year old Latin-American female 
was admitted to the Emergency Room con- 
fused, belligerent and with a scared look on 
her face. She was so confused that no direct 
history could be obtained. A relative who 
came in with the patient stated that there 
was sudden onset of the disease two days 
ago. At this time the patient had fever, 
headache, and vomiting. The patient refused 
to eat for the last two or three days except 
for a small amount of soup or fluid. Her 
temperature was around 105°. She was 
treated at home with antibiotics, but with- 
out response. It was later learned that a 
relative had found this patient lying on thé 
floor in a semi-comatose condition, but that 
she responded well after a few minutes. 

It was stated that in the past the patjent 
had been fairly well, that she never had any 
hypertension, or any significant trouble. The 
history was difficult to elicit because the pa- 
tient, through her entire stay in the hospital, 
never was conscious enough to talk coherent- 
ly about any pain except for the headache. 


Physical Examination: 


Physical examination shows a thin, ema- 
ciated woman, 58 years old, acutely ill. 
Temperature 104°, respirations 18, pulse 58 
(first reading). During most of her hospital 
course the temperature measured between 
100 and 110. Blood pressure was 120/70. 
The skin was dry, yellow with loss of turgor. 
The eyes reacted to light accommodation, the 
conjunctivae were normal, the pupils were 
round and equal. There were no abnormali- 
ties of vision. The abdomen was rather flat. 
No masses were palpable. The extremities 
showed no deformities or limitation of move- 
ments. 


Neurological Examination: 

There was marked stiffness of the neck. 
The patella reflexes were normal and equal. 
Biceps and triceps were equal and hypo- 
active. There was a definite painful nuchal 
rigidity and at times the patient was semi- 
comatose. 


Laboratory Findings: 

The spinal fluid escaped at a pressure of 
about 100cc of water. WBC 89 cells, all 
lymphocytes; total protein, 45 mgm; sugar, 
98 mgm; chlorides, 104 mgm; no gold curve. 
Blood: RBC, 4.40 million; WBC, 7,750; Dif- 
ferential, normal. Urine: not remarkable. 


X-ray Findings: 

Chest negative for evidence of pneumonic 
consolidation. Possible metastatic lesions on 
the right base. 


Course in the Hospital: 

The course of the patient in the hospital 
was progressively downhill and was com- 
plicated by periods of cardiacarrythmia 
which on the ECG are interpreted by auri- 
cular fibrillation. She remained semi-coma- 
tose all the time. Three days after admission 
her coma increased and her respirations be- 
came gasping in character. There was flac- 
cid paralysis of both arms. The neck was not 
as rigid as before and the legs were pulled 
up and slightly spastic suggesting painful 
stimuli. During her last day in the hospital 
her blood pressure went up to 190/80. The 
next day the coma of the patient deepened 
and she died four days after admission, six 
days after the onset of an acute febrile 
disease, accompanied by headache, vomiting 
and coma. 


Additional Clinical History: 
Doctor P. E. Geers: 

The history is not quite as clear as it looks 
here. This lady was 58 years old, from Ys- 
leta. She had been actually acting peculiar 
for about two weeks. She came to the Emer- 
gency Room here with high fever and in- 
sisted that she was constipated and that all 
that was wrong with her was that she just 
didn’t want to eat. Presumably, four to five 
days previous to admission, she was found 
on the floor in a semi-comatose condition, 
but she responded fairly quickly to bed rest 
and refused to talk and refused to eat. Now 
when this had cleared up a bit, this woman 
actually had swallowing difficulty and we 
asked her repeatedly through an interpreter 
if she had pain. ° 
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She denied pain as long as she could speak. 
I think the rest of the history is just about 
all we could find. We did a rectal and 
vaginal examination and spinal taps and 
everything possible to try to diagnose this 
disease, and I must admit that she went 
downhill very rapidly and I didn’t know 
what she had when she died. She died quiet- 
ly about the third or fourth day of hospital 
admission, and, in spite of all the things that 
we could do for her, she got worse. At one 
time it looked like she was going to die of 
arrythmia, but she was digitalized and that 
cleared up and then we took her off digitalis. 
She was not on digitalis when she died. She 
was on digitalis only about two days. 


X-ray Findings: 
Doctor Jack C. Postlewaite: 

The radiographic examination of the chest 
reveals a slight amount of bilateral pulmona- 
ry emphysema. There is no evidence of 
pneumonic consolidation. There are two 
small opacities at the right base suggestive 
of an old fibroid lesion or possibly a met- 
astatic lesion. The heart and mediastinal 
structures are otherwise normal. The visual- 
ized portion of the bony thorax reveals a 
moderate amount of hypertrophic degene- 
rative changes. The diaphragm appears in- 
tact. Chest negative except for possible 
evidence of pneumonic consolidation. Pos- 
sible metastatic lesions of the right base. 

Actually this chest is the chest of an old 
person. We see a lot of these chests. In a 
survey study we read about 350 x-rays a 
week and it gets up to about 700. As far as 
I can see the important details of the chest, 
other than this infiltration noted, which 
certainly doesn’t look metastatic to me, one 
could say that there is some fibrosis here. 
One question is the possibility of this rib 
having an old fracture over the area, and it 
healed. The mediastinum, I think, was the 
interesting finding, and that is of an arterio- 
sclerotic type of heart, with a considerable 
vascular change. The heart border is not 
unusual in size other than it is boot-shaped, 
perhaps. 


Differential Diagnosis: 
Doctor J. Edward Stern: 


I think in any situation of this kind where 
it is difficult or impossible to get a proper 
history the best that one can do is offer 
some sort of guess. In most neurological 
problems, and of course in a great many 
psychiatric problems, and I think it is equal- 
ly true in general medicine, the history is 
usually the most important element in ar- 
riving at an accurate diagnosis. The best 
that I can do in this particular case is to 
run down through the history and make 
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comments on points which were of some in- 
terest to me as I read it over and then at- 
tempt a guess. The patient is described as 
having been admitted in a confused and bel- 
ligerent state with a scared look on her face. 

Patients with a wild or manic expression 
may be suffering from meningitis, even 
though the temperature need not be very 
high. In these cases, however, a stiff neck 
is usually obvious. I recall a case that I saw 
about eleven years ago, in the Navy, of a 
young colored man with a temperature of 
about 101.5° who was admitted to the recep- 
tion ward with a diagnosis of manic depres- 
sive psychosis in the manic phase. As I 
mentioned his temperature was found to be 
about 101.5° and he had a moderately stiff 
neck. A spinal tap had been done only a few 
hours previously and was reported as being 
normal. 

The tap was repeated and the findings 
were those of an acute meningococcic menin- 
gitis. In considering fever as in the present 
case with a temperature of 105° and varia- 
tions from 100° to 110°, one must think of 
fever of hypothalamic origin. This may be 
included in the diagnosis, and we’ll come 
back to it later. The patient was described 
as showing emaciation and a dry yellow loose 
skin which would suggest some type of 
chronic wasting disease. Now, I would like 
to know if there were any signs of extra- 
occular palsy? Were there any squints noted 
in the patient or was she cross-eyed? 


Dr. Geers: 
No, sir. 


Dr. Stern: 

All right, running down through the histo- 
ry we note that the initial blood pressure 
readings were in the area of 120/70 and that 
terminally the blood pressure rose to 190/80. 
The stiff neck has already been mentioned, 
the patella reflexes were normal and equal, 
the biceps and triceps reflexes were equal 
and hypoactive, there was definite nuchal 
rigidity. Now we come to the laboratory 
findings as regards the fluid. Could you tell 
us the gross appearance of the spinal fluid? 


Dr. Geers: 
The first tap was clear. 


Dr. Stern: 

Then the initial tap was water clear. The 
fluid escaped at a pressure of about 100. 
Does that mean mm of spinal fluid? 


Dr. Bornstein: 
It means 100 mm of saline. 


Dr. Stern: 


All right, we take it then that the pres- 
sure was not elevated. Is that correct? Now, 
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white cells, 89, the cells were all lymphocytes 
which of course represents a pleocytosis. 
Total protein at the upper limit of normal, 
sugar perhaps a little elevated. Did the pa- 
tient, have an intravenous infusion of glu- 
cose ? 


Dr. Geers: 
No. 


Dr. Stern: 


Now the cerebrospinal fluid chloride level 
is reported here as 104 milliequivalents. Isn’t 
the normal value for that about 145? I’d just 
like to mention one thing in passing which 
may or may not have anything to do with 
the case. Round cells in the cerebrospinal 
fluid may sometimes be hard to distinguish 
from tumor cells and also from certain kinds 
of mycotic organisms. Now as regards a 
cardiac arrythmia and episodes of auricular 
fibrillation, of course one of the common 
causes of cerebral embolisation is auricular 
fibrillation, but I take it that in this case 
this was not chronic auricular fibrillation 
but just paroxysms of auricular fibrillation; 
is that correct? That ordinarily her pulse 
rate was regular and slow? 


Dr. Geers: 

Her pulse raie was slightly irregular but 
it was not considered abnormal for her age. 
The next morning she was seen to be in fail- 
ure and in respiratory difficulty, and I did 
an eloctrocardiogram and then digitalized her 
and it cleared up. Her pulse was not slow 
at the time. Her heart beat was fairly re- 
gular. 


Dr. Stern: 
Was a blood sugar and NPN done? 


Dr. Bornstein: 
No. 


Dr. Stern: 


All right, now three days after admission 
the patient showed a flaccid paralysis of 
both forearms. A _ situation of this kind 
could go with a polioencephalitis with in- 
volvement of the cortex or the cervical en- 
largment of the spinal cord, or it might be 
part of the general shock-like state. Was 
this kind of response ever determined in 
this case? In other words, did she have 
positive Babinski signs at any time? Now, 
this terminal rise in blood pressure, men- 
tioned earlier, could go with a terminal rise 
of intracranial pressure. Among the items 
that I considered in the differential diagno- 
sis, and also based upon the radiographic 
report, that we had first of all, encephalitis. 

In encephalitis we are very likely to find 
pupillary anomalies and occular palsies with 
diplopia which this patient did not have. If 
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the patient had had a low chloride level in 
the spinal fluid, that would cause one to 
think pretty seriously about tuberculous 
meningitis, but I’ve been told that this read- 
ing is regarded as being normal. Another 
condition which we have already mentioned 
is that of polioencephalitis. Another one also 
with occular findings which this patient did 
not show, is the superior polioencephalitis of 
Wernicke with hemorrhages in the mid-brain 
especially around the oculomotor nuclei. 
There are a number of conditions in which 
fever is not present which I don’t think we 
need discuss here at all. 

Now, I should like to say that in brain 
abscess; if the abscess is well walled off 
there may be a pleocytosis of the brain, with 
round cells, which will later give way to a 
polymorphonuclear type of pleocytosis, if the 
abscess reaches the coverings of the brain. 
There are certain types of brain tumor in 
which there are both an increase in cells, in 
the spinal fluid, and an increase in protein, 
particularly those tumors which are close to 
the ventricles. 

Now, I think probably in some of the 
ependymomas it may be very easy to have 
detachment of neoplastic cells giving a pleo- 
cytosis, which in the laboratory, with work 
done in a routine fashion, may very easily 
be interpreted as lymphocytes. The medul- 
loblastoma of the cerebellar vermis very 
commonly produces seeding through out the 
subarachnoid space especially of the cord. 
Now, in a differential diagnosis I think one 
would have to consider a variety of condi- 
tions including encephalitis, including a 
brain tumor with lesions involving the hy- 
pothalamus because of the wide swings of 
fever and the third ventricle, and possibly, 
although there is no evidence for it in the 
rest of the examination that was available, 
some type of mycotic infection of the central 
nervous system. 

As I said before, in a situation like this 
where it is unavoidable, where the history 
is meager, where the rest of the data rel- 
atively meager, I think the best that one can 
do is to make a guess. And my guess in this 
situation, as my first diagnosis, would be 
that of a brain tumor involving the floor of 
the third ventricle and the hypothalamus. 


Doctor W. P. Stratemeyer: 


Along with what Dr. Stern said, I recall 
about a year and a half ago we had a little 
girl who had been in another hospital about 
two weeks with a diagnosis of poliomyelitis. 
She was paralyzed in her legs, lethargic and 
had high fever. Of course she was only two 
years old. We tapped her spine, and found 
a lot of white cells. I forget, a hundred or 
two hundred, a large number of white cells. 
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So we thought of course of meningitis or 
abscess or something of that sort. We final- 
ly did a posterior fossa exploration. I found 
a medulloblastoma in the fourth ventricle. 
These cells were reported not as medul- 
loblastoma cells but white cells by the girls 
in the laboratory. 

After that the pathologist used to check 
all our spinal fluid cells for a while, I don’t 
know if he still does. But that was a case 
where there were a lot of tumor cells mis- 
interpreted and called white cells and lym- 
phocytes. Now as regards a choked disc, it 
is absent in this case. Now with a tumor 
down there as Dr. Stern postulated, we might 
expect a choked disc except that the spinal 
pressure here is normal or a little low, and 
the proteins are elevated, the cells, and of 
course with a stiff neck and fever, we think 
of a meningitis of some type. We often see 
elevated protein in types of meningitis. Some 
of the pediatricians can bear me out on that. 
The confusing item here is, was the history 
one of two weeks or two days. I would rather 
think, even in spite of the chlorides being 
normal, of it as tuberculous meningitis or 
some type of meningitis. Usually occular 
palsy occurs but evidently this patient didn’t 
have any. 


Dr. Stern: 

I object to the diagnosis of tuberculous 
meningitis because of the absence of miliary 
tuberculosis. 


Dr. Postlewaite: 

He stole my thunder. I agree. We see 
meningitis as a primary disease in children 
due to tuberculosis, but I daresay that is 
just not seen in an adult, unless the lung has 
a primary lesion. I presume that the gastro- 
intestinal cases, some of the bone cases, had 
a tuberculous meningitis of the bovine origin 
in which perforation occurred, and it entered 
into the cerebral vascular circulation into 
the central canal but we just don’t see adult 
tuberculosis ending up in meningitis with 
the lungs net infected. Also, I’d be amazed 
to find a protein this low in a tuberculous 
meningitis. 

It may be an acute disease to those of us 
who see it in the Emergency Room but it 
is not an acute disease unless it has per- 
forated through an abscess, as someone do- 
ing an inadvertant spinal tap through a cold 
abscess. It is not seen as an acute disease in 
most of our cases. Our adult cases of tuber- 
culous meningitis have been sick for years 
before they break down in this terminal 
situation. To me, this case might not be as 
complicated as we think it is at the moment 
with these esoteric diagnoses. I should like 
to go on record that a vascular accident will 
give almost everything we have heard here. 
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The normal spinal fluid pressure is some- 
what upsetting but perhaps this patient is 
hypertensive as suggested by two problems; 
one, her heart silhouette; two, the fact that 
she fibrillated so easily when in this toxic 
febrile condition. Those aren’t positive proof 
evidences of hypertensive disease but at least 
one might think of it in a person of this age. 
The common disease in a person of this age 
is a cerebral vascular accident. 

The second so called hemorrhagic tap was 
not a traumatic tap but maybe true blood in 
the spinal fluid and the lymphocytosis is re- 
flection of some localized bleeding causing 
the premonitory symptoms and the terminal 
state. The febrile state being irritation of 
the medulla or paraventricular nuclei, and 
the terminal state being the second hemor- 
rhage which often follows within a three or 
four day period. 


Dr. Ira A. Budwig: 

I usually do not have patients in this age 
group, but it does fall in the line of a possible 
contagious disease. I just wonder if she 
doesn’t have or didn’t have one of the en- 
cephalitides that we’ve seen so much in 
children in the last year. She definitely had 
an encephalomyelitis of some sort. She had 
flaccid paralysis of the arms. She had 
definite signs of an encephalomyelitis. 
Whether it is an infectious basis or not is 
hard to say. It could be one of these rare 
coxsacki virus things we read about and 
which we can’t prove. Maybe we’ve seen 
some here this year. 

I know I have seen several encephalitides 
similar to this but the patient didn’t expire. 
Lead encephalitis is something which we 
probably have to rule out. Now I don’t know, 
in children this would definitely have to be 
considered, in this case where you don’t see 
bone findings all the time or you don’t get 
the stippling of the red cells as often as you 
do in adults. Polioencephalitis, I think, is a 
definite possibility too, so I’d like to go on 
record as saying it is an encephalomyelitis 
caused by: one, an infective virus; two, such 
as polio or such as a coxsacki virus and with 
ruling out lead encephalitis. 


CLINICAL DIAGNOSIS: 
1. Meningitis, probably tuberculous. 


Dr. J. Edward Stern’s Diagnosis: 

1. Brain tumor involving the floor of the 
third ventricle and the _—— 

2. Encephalitis. 


ANATOMICAL DIAGNOSIS: 
1. Acute encephalitis. 


PATHOLOGICAL DISCUSSION: 
Dr. Frederick P. Bornstein: 
When we did the autopsy on this woman 
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the body was already embalmed and we 
are obliged to Doctor Geers’ enthusiasm to 
have been able to obtain an autopsy at all. 
The examination of the chest and abdominal 
cavities did not reveal any significant disease 
except for broncho-pneumonia which in this 
case is of secondary importance. The exa- 
mination of the brain showed a moderate 
amount of edema. This, however, is difficult 
to evaluate after embalming. There were no 
obvious gross structual changes such as a 
tumor, a hemorrhage, or a meningitis. There- 
fore by exclusion and on the strength of 
the clinical history, I made a provisional 
gross anatomical diagnosis of an acute en- 
cephalitis. 


The microscopic examination offers a 
striking contrast of heavy pathological 
changes as compared to the rather meager 
findings on the autopsy. 


The area which you see (Figure I) was 
practically a random area taken from the 
brain as the changes were diffuse and severe 
in nearly every section we took from the 
brain. As you can see it consists of very 
heavy lymphocytic infiltration of the brain 
substance, mostly along the smaller blood 
vessels. In addition there are degenerative 
changes of ganglion cells and in a few places 
we found an interstitial exudate which even 
contained a few segmented granulocytes. In 
short this patient had an acute diffuse en- 
cephalitis most likely viral in origin. -Due 
to the previous embalming it was impossible 
to determine the causative agent. The lesion 
in this particular case was most striking in 
its extensive involvment of the brain, an in- 
volvment which is responsible for the bizarre 
clinical picture. 


SUMMARY: 


In summary then, we have a middle aged 
woman who died after a rather short disease 
characterized by high fever, bizarre symp- 
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Figure I 
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toms referable to the central nervous system 
and a pleocytosis of the spinal fluid. This 
picture is adequately explained by the pre- 
sence of an acute diffuse encephalitis. 


Amyotrophic Lateral Sclerosis 
Subjectof Research Project 


The Phoenix Institute of Neurology & 
Psychiatry is conducting a research project 
on Amyotrophic Lateral Sclerosis. 

Initial studies indicate the possibility of a 
vascular disturbance in the affected areas 
of the medulla oblongata, due to compression 
of the vertebral arteries by proliferative 
changes in one or several cervical vertebrae. 
We are greatly, interested in obtaining films 
of the cervical spine in patients suffering 
from amyotrophic lateral sclerosis, especially 
in regards to the course of the vertebral 
artery. 

Any patients referred to the Institute for 
this research project will be examined free 
of charge upon the request of the referring 
physician. 

The cooperation of any physician who has 
patients with amyotrophic lateral sclerosis 
under his care would be greatly appreciated. 


In Viewing the VA Medical Program . . . 


veteran population 


1924 5 MILLION 


The U. S. veteran population now includes about 40% 
of all adult males. Under existing legislation, the 
federal government is obliged to provide ‘‘free’’ medi- 
cal care for many of these veterans, if they request it. 
The medical profession questions the soundness of 
providing medical care at federal expense to veterans 
with non-service-connected disabilities. It is likely that 
by 1975 the U. S. will truly be a ‘‘nation of veterans.”’ 
If the VA medical program continues to accept 
responsibility for the care of veterans with service- 
connected and non-service-connected disabilities alike 
it is difficult to see how a complete federal health 
program can be avoided. 
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Clinical Notes From Medical Grand Rounds, Pratt Diagnostic 
Clinic, New England Center Hospital, Boston 


The blood urea nitrogen should not be 
considered as having fixed normal limits. 
The level of the BUN at any moment rep- 
resents an equilibrium between amounts of 
nitrogen (protein) in the diet or being re- 
leased from tissue, the rate of glomerular 
filtration and the urine volume. In a normal 
individual who is eating 80 gm. of protein 
and passing 2500 cc. of urine per day, the 
BUN would be about 12 mg.% but the same 
person with the same urine volume eating 
only 40 gm. of protein in a day, would have 
a BUN of only 6 mg.%. A person whose 
glomerular filtration is reduced by 50 per 
cent but passing 2500 cc. of urine per day on 
a diet of 80 gm. of protein per day, would 
have a BUN of 24 mg.% but on a diet of 40 
gm. would have a BUN of only 12 mg.%. 
Even when glomerular filtration is reduced 
to 25 per cent of normal, the BUN may be 
maintained in the “normal” zone by having 
the patient follow a low protein diet and 
maintain urine volume between 2 and 8 liters 
per day. Elevations of tissue catabolism 
(fever, exercise, hyperthyroidism) increase 
the nitrogen load presented to the kidneys 
and hence tend to cause increases in the 
BUN. If the other variables are constant, a 
fall in urine volume is followed by an in- 
crease in BUN. 
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Chronic lead poisoning may be recognized 
by determining the total lead excretion in 
the urine. Normally the total output in 24 
hours is less than 0.08 mg. Patients with 
chronic lead poisoning complain of fatigue 
and weakness of the muscles most common- 
ly used; they may have constipation and oc- 
casionally abdominal colic; irritability and 
depression are indicative of central nervous 
system involvement and may presage more 
serious manifestations such as convulsions. 
In addition to increased lead excretion, labo- 
ratory study usually shows a normochomic 
anemia, reticulocytosis, basophilic stippling 
of red cells, shortened red cell survival time 
and an increase in coproporphyrins (Type 
III) in the urine. Treatment of acute lead 
poisoning involves attemps to czuse preci- 
pitation of lead in bones by administration 
of large amounts of calcium. The removal 
of this lead may be accomplished gradually 
through the process of chelation using the 
calcium disodium salt of a substance called 
EDTA (ethylene, diamine tetra-acetic acid) 
in dosage of 4 gm./day intravenously. Chela- 
tion indicates the formation of strong soluble 
complexes with certain metals in solution, 


thereby impeding their action and facilitat- 
ing their elimination in the urine. 


Hereditary hemorrhagic telangiectasia is 
one of the causes of otherwise unexplained 
severe gastrointestinal bleeding. The disor- 
der often manifests itself in early life, but 
if not before the age of five years, it usually 
does not appear until the age of twenty or 
thirty. Nodular telangiectases of chronic 
liver disease appear on the face, hands and 
mucous membranes. Bleeding may become 
chronic and intractable to antianemic thera- 
py. Some favorable results.have been re- 
ported following therapy with estrogens. 
Also, progression of the disease in women 
seems to stop with the menopause. 


¥ 

It has been noted with increasing frequen- 
cy that patients who have had cerebral in- 
juries or brain operations may suddenly 
develop a low salt syndrome caused by loss 
of excessive amounts of salt in the urine that 
cannot be accounted for by renal or adrenal 
disease. This syndrome may be difficult to 
detect in a patient with a severe neurologic 
defect but it is characterized by sudden in- 
crease in urine volume, fall in blood pres- 
sure, fall in serum sodium and usually a 
corresponding fall in serum chloride. The 
mechanism of this disturbance is not clear. 
Its recognition is important, however, for 
if counteractive measures are not taken 
promptly, extreme degrees of sodium de- 
pletion and death may occur in a few days. 
The abnormality is usually self-limited and 
recovery is possible. It is important to sup- 
ply salt in the amounts being lost in the 
urine each day, either by mouth or parent- 
erally. The administration of desoxycorti- 
costerone acetate (DOCA) which usually 
promotes salt retention has not been found 
to be very effective. 


Some authorities believe that “cafe au 
lait” spots on the skin are indicative of neu- 
rofibromatosis, possibly in subclinical or 
forme frusté states. 


In most cases of coarctation of the aorta 
pulses cannot be felt in the femoral arteries 
and below. When collateral channels are 


adequate, however, femoral pulses may be 
nearly normal in volume, but in these cases, 
because of the circuitous routes of blood 
flow, there is a distinct lag in the femoral 
pulse when compared with the heart beat or 
radial pulse. 
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Dr. Joe R. Floyd New President 
of El Paso Medical Society 


Dr. Joe R. Floyd 


Dr. Joe R. Floyd has been elected President 
of the El Paso County Medical Society for 
the 1954-55 year. He succeeds Dr. Robert 
B. Homan, Jr. 


Other officers elected at the annual meet- 
ing of the society Tuesday night were Dr. 
Newton Walker, President-Elect; Dr. Robert 
F. Thompson, Vice-President ; and Dr. Merle 
D. Thomas, Secretary-Treasurer. 


Dr. Floyd, a local surgeon, was elected a 
Fellow of the American College of Surgeons 
in 1944. He has been a member of the El 
Paso City-County Board of Health for three 
years. He is Treasurer of the Medical Center 
Corp., which operates the E] Paso Medical 
Center at 1501 Arizona St. 


Born in Rockwood, Texas, in 1904, Dr. 
Floyd was educated in Rockwood schools 
and received his B. A. from Howard Payne 
College at Brownwood in 1924. He then 
studied chemical engineering for two years 
at Texas A. and M. before transferring to 
the field of medicine. He received his M. D. 
from Baylor University School of Medicine 
in 1930. 

Dr. Floyd served his interneship at the 
Anker Hospital in St. Paul, Minnesota, from 


1930 to 1931. He was a resident at the 
Methodist Hospital in Dallas from 1931 to 
1932. He then entered private practice in 
LaMesa, Texas, where he remained from 
1932 to 1935. 

In 1935, Dr. Floyd entered the Army Med- 
ical Corps and for the next seven years 
served at William Beaumont General Hospi- 
tal in El Paso. For the last two years of 
this period he was assistant Chief of Surge- 


ry. 

Dr. Floyd was then assigned as Chief of 
Surgery to the 174th Station Hospital, which 
was sent to the South Pacific. In 1943 Dr. 
Floyd returned to the United States and 
served as Chief of Surgery at Camp Adair 
Station Hospital in Oregon and Camp Ro- 
berts Station Hospital and Hoff General 
Hospital in California. He entered the ser- 
vice as a First Lieutenant and emerged in 
1946 with the rank of Colonel. 

Following the war Dr. Floyd established 
his practice in E] Paso. He is an immediate 
past member of the Board of Governors of 
El Paso General Hospital. He is a member 
of the First Baptist Church. He and his wife 
and two sons, Dwight, nine, and Donald, six, 
reside at 2809 Richmond Street. 
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Critical Evaluation of Cytodiagnosis of Cancer of the Uterus 


By MAYNARD S. Hart, M. D., AND 
JANET DANIELSON, BAcT., (A.S.C.P.), EL PAso 


The terms preinvasive cancer or carcinoma 
-in-situ have become generally accepted. 
Most practitioners of medicine are familiar 
with the terms exfoliative cytology or cyto- 
logical diagnosis of cancer.' Clinicians also 
accept the fact that cytological screening of 
asymptomatic adult women will result in the 
diagnosis of cancer of the cervix in from 3 
or 4 asymptomatic, stage O cancers? How 
been reported to show that adequate therapy 
at this stage of the disease results in a cure 
rate that approaches 100 percent, while the 
over-all cure rate for cancer of the cervix is, 
and has been for many years, around 30 
percent. 

While these facts are generally accepted, 
certain questions remain unanswered. Can 
we afford to subject 1000 women to a cyto- 
logical examination in order to discover 3 
or 4 asymptomatic, stage O cancers? How 
many false positive reports will result in 
needless operations? How can cytodiagnosis 
of cancer of the cervix be utilized as a rou- 
tine office procedure? Must all positive cyto- 
logical diagnoses be confirmed by biopsy? 
. The answer to these questions will require 
time. 

These questions, of necessity, must be 
answered by the practicing clinician and in 
order that the questions may be answered 
fairly, it must be emphasized that there are 
basic steps in the cytodiagnosis of cancer 
that are important. Unless the clinician un- 
derstands this, the results of his efforts are 
usually disappointing. 

This paper is presented with the hope that 
some of the basic concepts of cytodiagnosis 
may be clarified, and to emphasize the im- 
portance of each basic step in the prepara- 
tion of a slide for cytological diagnosis. 


Preparation of the Slide 


A clean speculum without any lubricating 
substance, even water, is introduced. Two 
smears are made, one from the cervical os 
and one from the posterior fornix with a 
tightly wound swab. The motion of the swab 
is rotary and very little pressure is applied 
to prevent distortion of cells. 

New slides are used which have previous- 
ly been cleansed in alcohol, dried with a soft 
cloth and stored in a dust-free container. The 
slides are numbered with a diamond pencil. 
The slides must be fixed in equal parts of 
95 percent ethyl alcohol and ether and should 
not be allowed to dry, as then the cells will 
lose their differential staining characteristic 
and all will stain a brilliant orange. 

It is important that the slides be thinly 


smeared. The purpose of the smears is to 
obtain a sample of the secretion of the cervix 
and not a collection of the entire amount 
present.2 If coplin jars are not available, a 
small wide-mouthed bottle may be employed 
for the fixative and slides may be separated 
from each other in the solution by applying 
a paper clip to one slide. The fixative must 
be sufficient to cover the slides entirely. 

Complete fixation of cells probably takes 
place rapidly, but 10 minutes at least should 
be allowed before staining.* The slides may 
remain in the alcohol and ether solution for 
as long as several weeks without harm to 
the smears. The slides are sent to the labo- 
ratory for staining in the fixative solution 
and the fixative may be returned to the cli- 
nician and used over again for other pre- 
parations. 


Staining 


When we first began our work in cytology, 
we used the regular > and eosin 
staining method. We later changed to the 
method of Shorr, but found this unsatisfac- 
tory in many instances, and we now use the 
technic of Papanicolaou, without modifica- 
tion. 

We use 24 staining dishes with distilled 
water, tap water, various percentages of alco- 
hol, lithium carbonate for alkaline pH, and 
0.5 percent of hydrochloric acid. The primary 
stain used is an aqueous solution of Harris 
alum hematoxylin. The two counter-stains 
are orange G-6 and EA-50. The hematoxylin 
stains the nucleus a deep blue and a crucial 
step in the staining procedure is the use of the 
0.5 percent hydrochloric acid. If the slides are 
left in the acid too long, hematoxylin will 
be removed and the nuclear differentiation 
will not be sharp.* The active ingredients of 
OG-6 are orange G and phosphotungstic acid. 
It is this solution which adheres to the cyto- 
plasm of the mature or cornified epithelial 
cells and the red blood cells. The active in- 
gredients of EA-50 are light green S. F. 
yellowish, Bismark brown Y, and eosin Y, 
and phosphotungstic and glacial acetic acids. 
It is this solution which adheres to the cyto- 
plasm of the immature precornified cells, 
granulocytes, histiocytes, bacteria, Tricho- 
monas and mucus. 

After staining and dehydration, the slides 
are mounted in Canada balsam and perma- 
nently labeled. When mounting the slides, 
the technician must be very careful to avoid 
touching the dropper of mounting fluid to 
the slide to prevent the transfer of cellular 
material from one slide to the next. Any 


tw 


JANUARY, 1955 


cellular material in the staining dishes must 
be filtered out as this also may be a source 
of contamination.” 


Interpretation 


The technician who screens the slides co- 
vers systematically each field of the entire 
slide with the low-power objective of the 
microscope. Any suspicious cells or groups 
of cells are examined under high dry-power 
and marked with a small circular rubber 
marker which has previously been rubbed 
with stamp pad ink and placed into the oil 
immersion objective socket. Thus, the area 
to be examined more closely by the pathol- 
ogist will be enclosed by a black ring. This 
process greatly expedites the final examina- 
tion of the slide by the pathologist. The time 
spent on each slide by the technician, depend- 
ing on amount of material and normality of 
the smear, is approximately 15 minutes. 

The epithelial cells are described by the 
cytology technician in considerable detail. 
Taken into consideration are: (1) size and 
maturity of the cell; (2) cytoplasmic outline 
and cytoplasmic detail, such as granularity, 
inclusions, vacuoles, and staining character- 
istics; (3) nuclear detail, including size, 
shape or contour, nuclear outline, chromatin, 
size and number of nucleoli, mitotic activity 
and nuclear cytoplasmic ratio; (4) arrange- 
ment of the cells in relation to one another, 
such as grouping or clustering, growing in 
syncytium, polarity of cells or regularity of 
pattern. 

Classification 


With these factors in mind, each smear, 
after screening, is given one of five clas- 
sifications ranging from Type 0 through IV. 

Type 0: This will show mature cornified 
and precornified squamous epithelial cells 
with small, uniform nuclei and distinct 
nuclear outline. Occasional intermediate and 
parabasal epithelial cells are noted. Histio- 
cytes, occasional endocervical and endome- 
trial cells, moderate to heavy admixtures of 
granulocytes and occasional red blood cells 
may be present. This group constitutes the 
normal slide. 

Type I: Cellularity is increased. There 
are more precornified squamous epithelial 
cells. The nuclei tend to be somewhat larger 
and the nuclear outline is often hazy or ir- 
regular. There will be more basal cells pre- 
sent and these are often arranged in clusters. 
There may be many histiocytes and endo- 
cervical and endometrial cells, often present 
in sheets. A heavy admixture of granulo- 
cytes and red blood cells are usually noted. 
Mild cervicitis will usually fall into this 
group. 

Type II: A typical slide will contain 
cells showing a moderate irregularity of the 
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nuclei with increase in size and some hyper- 
chromatism. Coarsely granular chromatin 
with margination or peripheral thickening 
is usually absent, but the nuclear-cytoplasmic 
ratio may be slightly altered. There will be 
an increase of precornified, intermediate and 
basal squamous epithelial cells, but the 
superficial cells are predominantly involved. 
A severe trichomonad infection and chronic 
inflammations of the cervix will usually fall 
into this group. 

Type III: This will show occasional nor- 
mal superficial cells with a definite increase 
in basal cells. There will be clusters of large 
irregular cells with large, usually bland 
nuclei and occasional basal type cells with 
irregularity of the chromatin, but without 
large nucleoli. There will be bizarre shapes 
which are often rhomboid or triangular. The 
nuclear outline remains sharp and clear. 
The nuclear-cytoplasmic ratio will be defi- 
nitely altered. This group represents meta- 
plasia of the epithelial elements. The cells 
of the deeper layers of the cervix are in- 
volved. 

Type IV: This slide will show very rare 
mature squamous epithelial cells. There will 
be large numbers of intermediate, basal and 
atypical cells, often keratinized. The nuclei 
of these cells will be large, hyperchromatic, 
coarsely granular, lobulated, and will con- 
tain one or more prominent nucleoli. The 
nuclear outline will be distinct. The cyto- 
plasm will often contain vacuoles and in- 
clusions, and cytoplasmic outlines will be 
bizarre in shape. There will usually be many 
undifferentiated cells present. The nuclear- 
cytoplasmic ratio is abnormal. This group 
presents the true anaplasia. 


Causes for Poor Preparations 

Occasionally we find slide preparations which 
stain so poorly they must be classified as un- 
satisfactory. This may be due to: (a) drying 
of the slide before fixation or during any of 
the staining steps; (b) the presence of ex- 
cess amounts of blood; (c) the use of lubri- 
cating jelly before the slide is obtained; 
(d) extreme amounts of mucus; (e) the use 
of a douche prior to obtaining the slide, as 
water or any chemical will distort the cells 
and will free the area of desquamated cells; 
(f) slides which are smeared too thickly. 


Causes for Error in Interpretation 


There are sources of error in the inter- 
pretation and proper typing of slides. These 
may arise from the improper technic in 
securing the preparations, improper technic 
in the smearing of the slides in which the 
cells are distorted or too scanty, or insuf- 
ficient care taken in the staining technic. 
Cells that produce a problem in interpreta- 
tion are found in chronic inflammations in 
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which there is metaplasia. Histiocytes oc- 
curring in clumps may be confusing. De- 
creased ovarian function and radiation re- 
actions often produce atypical forms and 
considerable experience is necessary to evalu- 
ate these changes. False negative reports 
may occasionally be encountered in fundic 
tumors or very rarely in tumors with such 
extreme cellular cohesiveness that few tumor 
cells will be desquamated.? The second type 
of false negative report is due to such scant 
numbers of malignant cells present that the 
anaplastic cells are missed by the screener. 


Evaluation of Statistics 


Cytology has developed into a science of 
extreme importance to the patient and to the 
clinician. We are a step nearer the diagnosis 
of cancer at a stage where cure is possible. 
Certain basic concepts must be understocd, 
however, for proper and fair evaluation of 
the diagnostic procedure. First, it is impor- 
tant that a definite policy be established as 
to the method used, the terminology of diag- 
nosis and classification, the practice of re- 
peat smears, and the confirmation of malig- 
nancy by biopsy.’ If there is no basic policy 
followed there will be only disappointments 
and frustration. 

We feel that a pathologist and his screener, 
with the right attitude, interest and will to 
learn, through study and diligence, may 
develop an accuracy of interpretation which 
can aid the clinician and the community in 
the detection of early cervical cancers. If the 
clinician will accept and follow basic prin- 
ciples, the cytodiagnosis of cancer can be 
both gratifying and rewarding, and will af- 
ford the practicing physician a chance to 
diagnose cancer when it should be diagnosed 
—at the routine physical examination, and 
not when the patient presents herself with 
symptoms and signs of advanced cancer. 

The importance of follow-up cytology 
studies on equivocal cases and biopsy of the 
cervix for confirmation of positive cases is 
a problem that has received considerable at- 
tention in the past few years.** It is our 
conviction that the well prepared cytological 
smear has many advantages over multiple 
biopsies of the normal appearing cervix; and 
unless there is definite gross pathological 
change of the cervix, the biopsy is a hit-and- 
miss procedure, while the cytological smear 
will give a fair sampling of the cells des- 
quamating from any area of the cervix. It 
has been our policy to recommend a circular 
sharp-knife biopsy of the cervix to include 
the entire muco-cutaneous junction in all 
positive cytological diagnoses. This is not so 
much for confirmation of the cytodiagnosis 
as it is to determine whether or not the le- 
sion is truly preinvasive. 
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There is still considerable controversy as 
to the proper procedure to pursue if the 
ring-biopsy shows evidence of no invasion. 
We will have to wait for a satisfactory 
answer to this question until a large number 
of patients have been followed after various 
methods of treatment.*7 


Summary and Conclusions 


1. Cancer of the cervix is not an explosive 
phenomenon, but a relatively slow progres- 
sive process during which there is a pre- 
invasive phase. 

2. Cancer cells lose their adhesiveness to 
one another and desquamate readily, afford- 
ing the clinician an excellent opportunity for 
cytological studies. 

. Errors in cytodiagnosis of cancer result 
gan failure to follow basie principles in 
technic and lack of training and experience 
in interpretation. 

4. Cytodiagnosis of cancer, to be practical, 
necessitates the use of a cytotechnician or 
“screener”, but the pathologist must evaluate 
abnormal cells and make the final classifica- 
tion. 

5. Cytodiagnosis of cancer of the cervix 
is of greatest value in the diagnosis of carci- 
noma-in-situ or preinvasive carcinoma, and 
should not be used as a method of diagnosing 
gross lesions of the cervix. Suspicious le- 
sions should be biopsied. 

6. The clinician must be completely fami- 
liar with the terminology and classification 
used by the cytologist. 

7. Positive cytological diagnosis (Type 
1V) must be confirmed by sharp-knife biop- 
sy of the cervix, to determine whether or 
not there is invasion. 

8. Equivocal cases in which there are no 
gross changes are best followed by repeat 
cytological studies. If the cytological eval- 
uation continues to be questionable (Type 
IlI), a sharp-knife ring biopsy of the muco- 
cutaneous junction should be made and step 
serial paraffin sections studies. 

9. Exfoliative cytological examinations of 
the cervix are practical and valuable and af- 
ford an opportunity to establish a diagnosis 
of cancer at a stage where cure may be af- 
fected. 
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Dr. E. J. Hubbard of Dexter, N. M. 


Honored for 50 Years of Practice 


Dr. E. J. Hubbard of Dexter, was honored 
by the Chaves County Medical Society at a 
dinner in the Nickson Hotel in Roswell, N. 
M., for his 50 years of service and practice 
of medicine. He was presented with a wrist 
watch by his colleagues during the program 
of the commemorative event, at which the 
members of the Eddy County Medical Socie- 
ty were also guests. 

Dr. Hubbard was born June 24, 1879, in 
Jaynesville, Miss., into a family of eight 
children. He received his elementary educa- 
tion in Jaynesville and his high school degree 
in Millsaps, Miss. 

He attended the University of Mississippi 
in 1897 and 1898 where he played football as 
an end on the varsity team. Dr. Hubbard 
entered the Pharmaceutical Department of 
Tulane University in New Orleans, La., 
in 1899 receiving his degree in pharmacy in 
1901. 


Studied at Tulane 


He supported his subsequent medical edu- 
cation at Tulane working in various New 
Orleans drug stores at night and over the 
week ends. His M. D. degree was conferred 
by Tulane University in 1904, and his in- 
ternship year was spent at Vicksburg State 
Hospital in Mississippi in 1904 and 1905. 

Dr. Hubbard entered the practice of med- 
icine in New Hebron, Miss., in 1906 as a 
general practitioner. Within nine months, 
however, he contracted pulmonary tubercu- 
losis complicated by severe hemorrhages. As 
was the custom in those days, he decided to 
move west, first, to San Antonio for a few 
months and later to El Paso where he re- 
mained for several months in the old 
Hendricks Sanatorium. 

In 1907 Dr. Hubbard obtained a position 
as company physician for a construction 
gang in Mexico that was building a road 
between Juarez and Durango. Upon comple- 
tion of this project, he obtained employment 
at Casas Grandes, Mexico, as a physician 
with the American Smelter Company. He 
found it judicious, as did other foreigners, 
to leave old Mexico during the battle of 
ag in the heyday of the late Pancho 

illa. 


Farm Near Dexter 


Dr. Hubbard came to Dexter in 1911, 
where he purchased a farm, intent upon re- 
tiring. His tuberculosis was still semi-active 
and occasionally was complicated by danger- 
ous pulmonary hemorrhages. 


Save for service during World War I, as 
an officer in the U. S. Army Medical Corps 
at Fort Riley, Kan., and Camp Wheeler, Ga., 
he has remained in Dexter ever since. De- 
spite his advanced years, he continues as an 
active general practitioner. He has delivered 
thousands of babies and is presently caring 
for confinements of both daughters and 
granddaughters of women delivered by him 
years ago. 

Dr. Hubbard was married to Rose Graham 
on Dec. 6, 1911, in Roswell. They have four 
children, Thomas J., a construction and 
maintenance engineer with a mining concern 
at Hurley, N. M.; Jack, the owner of a drug 
and variety store in Dexter; Mrs. Rose Prais- 
ner, wife of Capt. Ed. Praisner of the NMMI 
faculty; and David, a psychiatrist in Dallas. 
—E. W. LANDER, M.D., Roswell, N. M. 
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